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thrombotic occlusion ﬁrst became bifurcation lesion with D1 occlu-
sion, then LMN occlusion with circulatory collapse and ﬁnally guiding
catheter/guidewire lost in a dying heart. However we managed to save
the patient with satisfactory outcome.
Highlighted discussion
Choose stenting strategy (simple vs complex) in case of difﬁcult
bifurcation lesion in primary angioplasty setting.
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[CLINICAL INFORMATION]
Patient initials or identiﬁer number. hospital ID number: 75215095
Relevant clinical history and physical exam. A 51-year-old man was sent to
the emergency department with a complaint of typical retrosternal
chest pain lasting for 1 hours accompanied by cold sweating. He had
been smoking 0.5PPD for 30 years and a history of hypertension for
years with medication control. The patient had no history of angina
pectoris before and no family history of CAD diseases. In the emer-
gency department, he lost his consciousness and developed VT/VF
requiring direct-current cardio version, CPR and emergency
intubation.
Relevant test results prior to catheterization. On physical examination,
his blood pressure couldn’t be measured, and his pulse rate was 76
beats/min and regular. The ECG showed atrial ﬁbrillation, left axis
deviation and ST-segment elevation in leads aVR, I, aVL, and V1-V6.
The plasma levels of both troponin I and creatinine kinase-MB on
emergency department were normal: <0.05 ng/mL(reference
value, <0.4 ng/mL) and <1 ng/mL, but myoglobin was high: 379ng/ml,
respectively. The other laboratory ﬁndings were as below.Relevant catheterization ﬁndings. The coronary angiogram revealed a
signiﬁcant thrombus-containing total occlusion in the left main
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coronary arteries. Primary stenting was performed, with a stent
of4.0 mm in diameter and 24.0 mm in length, and the TIMI 3 ﬂow was
achieved. TPM(temporary pacemaker), IABP (intra-aortic balloon
pump), and PCPS (percutaneous cardiopulmonary support) were also
set due to unstable hemodynamic status.[INTERVENTIONAL MANAGEMENT]
Procedural step. The procedure is fast and smooth and the total proce-
dure time is about 35 minutes. After the coronary artery stenting, the
patient’s ECG showed ST resolution of more than 70%. The echocardi-
ography was performed after the procedure and showed an ejection
fraction of 44%, besides wall motion impairment in the anterior seg-
ments. Then he was sent to CCU for further care. At CCU, no hypo-
thermia was applied and we tried to maintain the hematocrit 30 to 35%,
the platelet count above 200,000 per ml and the activated clotting time
(ACT)at 200 to 220 seconds to minimize complications of bleeding and
thromboembolic complications. The initial ﬂow rate of PCPS was 3.0l/
2075rpm and was reduced after72hrs from 2.7L/2075rpm to 1.8L/
1501rpm gradually. Base Excess was not dropping and no systemic hy-
potension was found after tapering PCPS ﬂow rate. Following echo-
cardiogram in 24hrs and ﬁfth day showed ejection fraction
improvementwithout catastrophic complications early after infarction,
including left ventricular freewall rupture, ischaemic ventricular septal
defect, and papillarymuscle rupture. Then the patient was successfully
weaning fromPCPS afterﬁfth day andTPMwas removed after sixthday.
IABP pumping was changed to 1:2 assist ratio and then was removed
after seventh day. After above procedure, he started to try weaning
from mechanical ventilator and extubation was done on eighth days.
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tients undergoing primary percutaneous coronary intervention (PCI)
is around 0.8–1.7%. Patients with acute myocardial infarction and
thrombosis of the unprotected left main coronary artery are a high-
risk subgroup with overall in-hospital mortality 21%. If they present in
cardiogenic shock, in-hospital mortality will increase to 32%. we re-
ported a rare case received PCI plus TPM þ IABP þ PCPS with the
diagnosis of anterolateral wall STEMI and cardiogenic shock. Finally
he was discharged on thirteenth day and had returned to work
without neuro logic deﬁcit.
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[CLINICAL INFORMATION]
Patient initials or identiﬁer number. KJS
Relevant clinical history and physical exam. This 63 year-old man is a
patient with CAD, left main and two vessel disease, status post CABG
in 2001, DM,, CKD, stage III, HTN, and dyslipidemia. He is a heavysmoker. He receives regular follow up in our cardiovascular,
nephrology and endocrine our patient department.
He presented to local hospital with chest tightness. STEMI was
recognized and he was sent to our hospital for primary PCI.
Relevant test results prior to catheterization. Review his surgical record,
he had LIMA connecting to LAD and SVG connecting aorta to diagonal
and OM branch.
ECG showed ST elevation at lead III, aVF, V1, V2, and V3
Reciprocal change was noted at lead I and aVL.
Echocardiography showed hypokinesia over septum and inferior
wall. No aneurysmal change was seen.Relevant catheterization ﬁndings. Left main: 99% stenosis,
LAD: mid total occlusion
LCX: proximal total occlusion
RCA: proximal total occlusion
SVG-Dx-OMx: SVG patent, one diagonal branch 90% stenosis, one
OM branch proximal 90% stenosis
LIMA-LAD: LIMA patent, but long segment stenosis up to 99% over
native LAD distal to anastomosis site
Which one should be responsible for this acute event?
